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Expressions and clinical significance of mird430a-3p and smad 4

in hepatocellular carcinoma
Zhou Zhengguang'”, Wang Rui’, Li Yumei’,et al
(' Dept of Medical Oncology ,The First Affiliated Hospital of Anhui Medical University, Hefei 230022;
*Dept of Medical Oncology, The First Affiliated Hospital of Bengbu Medical Collage, Bengbu 233004)

Abstract Objective To detect expressions and correlation of mir430a-3p and smad 4 in hepatocellular carcino—
ma ( HCC) , and analyze the relation of the expressions of both to clinicopathological characters and prognosis of
patients with HCC. Methods The total of 51 HCC tissues and 51 adjacent non-tumorous tissues which were ob—
tained from the same patients to the HCC samples were collected. Total RNA of all samples were isolated and gene
expressions of mir430a-3p were detected using qRT-PCR. Immunohistochemical staining was employed to deter—
mine the expression of smad 4 in HCC and adjacent tissues. And then the correlation of mird30a3p with smad 4,
as well as relation of both to clinicopathological characters and over survival of HCC, were analyzed. Results The
gene expressions of mir430a-3p in HCC tissues were decreased significantly than that in adjacent non-tumorous tis—
sues (1.38 £0. 15 vs2.48 £0.16, P <0.05) . The total of 37 samples had positive expressions of smad 4 out of
51 HCC tissues, with the rate of positive expression of 72. 5% , which were apparently more than 26 out of 51 adja—
cent samples, with the rate of positive expression of 50. 0% ( P <0.05) . The level of mir430a-3p was negatively
related to that of smad 4 in HCC samples (r, = —0.43,P <0.05). The expressions of both mir430a-3p and
smad 4 were related to TNM stage of patients with HCC, however, they had no correlation with age, gender,
lymphnode metastasis, cancer embolus of vessel and pathologic grade. The median over survival ( OS) of patients
with mir430a-3p high expressions was longer than that of patients with low expressions, but it was not significant
(25.6 vs 23. 1 month) . However, the median OS of patients with smad 4 negative expressions was much longer,
compared to that of patients with positive expressions ( 26. 7 vs 20. 0 month, P <0.05) . Conclusion The ex—
pressions of mir430a-3p are down-regulated in HCC tissues and maybe participate in oncogenesis and progression
of HCC wvia regulating smad 4, which indicates that mird30a-3p is expected to become a potential treatment target
and prognostic factor for HCC.
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